bral ventricle before the glucose injection. This Wistar strain rats were given acidic fibroblast growth suggests the possibility that aFGF is an agent that factor (aFGF) or denatured aFGF into their cerebrovenmediates the memory-improving action of glucose tricle before taste aversion conditioning for saccharin soluand directly acts on memory processes in mice.
bral ventricle before the glucose injection. This Wistar strain rats were given acidic fibroblast growth suggests the possibility that aFGF is an agent that factor (aFGF) or denatured aFGF into their cerebrovenmediates the memory-improving action of glucose tricle before taste aversion conditioning for saccharin soluand directly acts on memory processes in mice. g at the beginning of the experiments were used. Two or three rats were housed together and received ad libitum food and water until the start of the exFibroblast growth factor (FGF) is known to act periments. Cages were in a light-, temperature-, and as an agent that increases neuronal growth and humidity-controlled room. survival in central nervous system both in vivo Under Nembutal (50 mg/kg) anesthesia, a guide (Anderson, Dam, Lee, & Cotman, 1988) and in cannula was implanted into the animal's lateral cevitro (Gospodarowiz, 1974; Walicke, Cowan, Veno, rebral ventricle. The tip was at the following stereoBaird, & Guillemein, 1986). Recently, Oomura, Sataxic coordinates: AP, 00.8 mm; L, 1.5 mm with resaki, Suzuki, Mutou, Li, Ogita, Hanai, Tooyama, spect to the bregma; and 3.8 mm from the surface Kimura, and Yanaihara (1992) have found that of the skull. During the experiment, both infusion of FGF concentration in cerebrospinal fluid dramatiaFGF and collection of cerebrospinal fluid (4 ml/min) cally increased after the animal's drinking glucose were performed after a push-pull cannula was insolution or normal pellet feeding. Furthermore, serted in the guide cannula. they showed that the acidic form of this factor Animals were trained to drink distilled water (aFGF) also plays some roles on the memory forwithin 40 min per day for the first 5 days. On the mation. That is, the enhancement of passive avoid6th day, animals in CTA / aFGF and CTA 0 aFGF ance learning by the peripheral injection of glucose groups were given 5 mM Na saccharin for 5 min and in mice disappeared when animals were administhen given an intraperitoneal injection of 0.15 M trated with aFGF antibody into the lateral cereLiCl (2% of body weight) to induce gastrointestinal malaise. Control and aFGF groups were given saline
